Objective-To assess whether anogenital warts, present 
Introduction
Numerous studies have defined risk factors for cervical intraepithelial neoplasia (CIN) and invasive cervical carcinoma by comparing patients with control groups drawn from women who presented with problems unrelated to sexual behaviour. If these lesions are sexually transmitted, controls from the general population might be expected to lead to the defining of characteristics associated with sexually transmitted diseases (STD) in general. Not surprisingly, therefore, all these studies have found strong relationships with sexual behaviour of patients or their sexual partners.' -' There is increasing evidence that certain types of human papillomavirus (HPV) are the agents responsible for promoting intraepithelial neoplasia.8"-More than 60 HPV types have been defined by DNAIDNA hybridisation, only a few of which (HPV 16, 18, 31, 33, 35) have been detected in cervical neoplasia. ' Subclinical HPV infection (HPVI) can be detected by colposcopy. 8 Screening for pre-cancerous changes by cytological examination has been criticised for lack of sensitivity and specificity.12 55 A new classification based on the concept of low and high grade squamous intraepithelial lesions (SIL) has been introduced to improve the management of abnormal cervical smears. `6 This study set out to Prior to colposcopy all patients were given a self-administered questionnaire in which they were asked if they had ever had anogenital warts or whether they had a sexual partner with penile warts. The questionnaire also asked the age of coitarche and the total numbers of sexual partners in the patient's life. Additional questions were on current contraception, the date of the last period, previous pregnancies, cervical smears Histological evidence of HPVI is less sensitive than DNA/DNA hybridisation or PCR methods of detection but does establish viral expression, which is a likely promoter of CIN. Thus, although insensitive, this finding is specific and relevant. Cervical HPVI correlated only with young age (< 25 years) and IUCD usage; the latter may well itself promote viral replication. The lack of association with sexual behaviour, anogenital warts or other STDs suggests that subclinical cervical HPVI is epidemiologically a distinct and separate entity, which may also be transmitted by nonsexual routes. 26 Previous case-control studies have not found a high risk of CIN for IUCD users. Our findings may therefore reflect a different study population which has not previously been the subject ofinvestigation. If the effect of IUCD is dependent on the presence of HPV it could be masked by a control population with little or no HPVI but a similar rate of IUCD use. The effect of IUCDs may well disappear with removal and permit spontaneous regression long before the peak age incidence for cervical carcinoma. Nevertheless, IUCD usage by younger women with cervical cancer merits further examination.
The negative correlation with anogenital warts was an unexpected finding, which has not been reported previously. On the one hand, anogenital warts may be a surrogate marker for behaviourally determined STD susceptibility in general. On the other hand, different diseases have emerged as more significant predictors when other STDs have been introduced into the analysis of risks.7 In our study group, there were no increased risks associated with other STDs, which had a similar frequency pattern to the clinic population generally and were therefore not a source of selection bias. No other study has drawn its controls from a population otherwise defined in the same way as its cases. 29 In contrast to external exophytic warts, cervical HPVI was strongly associated with all degrees of CIN. Numerous studies have shown that the type of HPV found in exophytic warts (HPV 6 and 1 1) is generally different from that found in cervical HPVI and CIN (HPV 16, 18, 31, 33, 35). Our study therefore supports cervical HPVI as a risk factor for CIN and suggests that exophytic anogenital warts have a protective effect in contrast to other STDs. Our data also raise the possibility that this is age-related with cervical HPVI in younger women and CIN in older women. A possible mechanism for this effect may be a humerally mediated immune response to massive virus replication in exophytic lesions which has a suppressive effect on HPV-dependent CIN.
Papillomaviruses have not been grown effectively in vitro so that it has not been possible to produce HPV type-specific antigens in sufficient quantities to develop appropriate detection systems. However, bovine papillomaviruses (BPV) have yielded group-specific antigens which have been used to detect high titres of antibodies both in patients with anogenital warts and patients with cervical cancer. 1, Nevertheless, this study has shown that the presence of anogenital warts is not an indication for colposcopy and that dyskaryotic changes on cervical cytology remain the primary reason for this investigation. 
